In March 1994 she had recurrent intermittent fevers. Examination then revealed seborrhoeic dermatitis on the face and oral hairy leucoplakia. Urea and electrolytes, liver function tests and the full blood count were all normal as was a chest radiograph, mid stream specimen of urine, an ultrasound examination of the abdomen and plain radiology of the paranasal sinuses. The CD4 count was 0 18 x 109/1. The patient declined zidovudine therapy but started co-trimoxazole as primary prophylaxis against Pneumocystis carinii pneumonia. Within a few days she had a severe generalised rash and fever and so discontinued treatment. Instead dapsone 100 mg once daily was tried, this also produced fever and rash within a few days and so nebulised pentamidine, 300 mg given once monthly, was commenced in June 1994. A CD4 count in July 1994 was 0.09 x 109A/; at this time the patient had a variable low grade fever.
By September 1994 the patient was feeling more unwell with increased fatigueability and a non productive cough associated with nasal discharge and stuffiness. In addition she reported low grade fungal infection of her nails and also noted that her hair was thinning and falling out more easily. The patient was admitted as an emergency one evening in late December 1994, reporting a 10 day history of anorexia, malaise, fever, nasal discomfort and discharge and non productive cough. On examination she was alert, IU/L, bilirubin = normal. Serological tests for legionella and mycoplasma were negative. Blood and urine cultures were negative for bacteria, mycobacteria and fungi. A serum cryptococcal antigen (CRAG) test was negative, and a chest radiograph was normal. The patient was admitted and over night her temperature rose to 40°C and she became tachypnoeic. Re-examination showed that the chest was clear. Arterial blood gases (with the patient breathing room air) showed PaO2 = 6-4 kPa and PaCO2 = 3-5 kPa. A chest radiograph (fig 1) showed diffuse interstitial shadowing and small bilateral pleural effusions. At this time point the patient was slightly obtunded, but this was attributed to the profound hypoxaemia. She was treated with 60% oxygen by tight fitting face mask and with this the PaO2 rose to 18-2 kPa. Treatment for presumed severe pneumocystis pneumonia was begun with IV methylprednisolone 1 gm (with the intention of giving two further doses on consecutive days) and IV pentamidine 4 mg/kg/day in view of the previous history of septrin hypersensitivity. Repeat blood cultures and serum CRAG were both negative. An ultrasound examination of the abdomen showed that in the liver there was generalised increased echogenicity but the biliary tree, pancreas, kidneys and spleen were normal, no ascites were detected and there was no intra abdominal lymphadenopathy.
The patient's condition remained stable over the next 24 hours and then she became more unwell with increasing tachypnoea and fine bi-basal crackles were noted in the chest. The jugular venous pressure was not raised. Blood gases showed PaO2 = 7-1 kPa and PaCo2 = 3-5 kPa (taken with the patient breathing 60% oxygen). A further chest radiograph (fig 2) showed more extensive radiographic abnormalities. The patient was transferred to the Intensive Care Unit for continuous positive airways pressure (CPAP) ventilation (FiO2 = 1-0 and PEEP = + 10 cm H20). With this manoeuvre the PaO2 rose to 14-4 kPa. Cefuroxime and erythromycin, in conventional doses, were added empirically to treat a possible severe community-acquired pneumonia and the patient received a 2 unit blood transfusion. Transoesophageal doppler studies showed good cardiac function with a cardiac output of 7-2 litres per minute. Examination revealed widespread fine end- ..,Rf If the final admission was caused by pulmonary toxoplasmosis, which I think it was, then the chest radiograph is typical. Other radiographic abnormalities described with pulmonary toxoplasmosis include poorly defined nodular opacities 3-5 mm in diameter. Predominantly in the mid and lower zones or rather more course nodular opacities or medium to coarse reticular shadowing.5-7 Of course if this patient had not been hypersensitive to suphonamides then theoretically high dose co-trimoxazole might have been effective against toxoplasmosis but I suspect by the time of the final admission infection had disseminated and was overwhelming and that any alternative treatment for example clindamycin and pyrimethamine, would have been ineffective. Her final deterioration clinically and radiographically was typical of adult respiratory distress syndrome which has been described in association with many infections including pneumocystis pneumonia8 and toxoplasmosis.9
Clinical diagnosis 1 Disseminated toxoplasmosis 2 Adult respiratory distress syndrome 3 Toxoplasma gondii pneumonia 4 Sinusitis Autopsy (Dr S Lucas)
Externally the body was that of a non wasted Caucasian woman. There were no lesions on the skin and no peripheral lymphadenopathy was detected. In the lungs there were bilateral clear pleural effusions (500 ml volume), the right lung weighed 935 g and the left 825 g. On section they were uniformly dark and oedematous suggesting shock lung. The liver weighed 1895 g and was pale with scanty 3-4 mm diameter red foci, the biliary tree was normal. The spleen weighed 165 g and had atrophic white pulp. Within the abdomen there was paraortic and mesenteric lym- 
